SUMMARY A case in which two rare abnormal spontaneous eye movements, ocular bobbing and opsoclonus, were observed, is reported. Their pathophysiology and distinction from other abnormal spontaneous eye movements are discussed.
Ocular bobbing is a term first used by Fisher (1961) to describe distinctive, abnormal, spontaneous eye movements occurring in comatose patients with paralysis of horizontal conjugate gaze. The movements consist of an abrupt conjugate downward jerk of the eyes followed by a slow return to the mid position. The usual cause is a pontine haemorrhage or infarction. Since then, additional reports have further defined the clinical spectrum of ocular bobbing (Fisher, 1964; Daroff and Waldman, 1965; Hameroff, Garcia-Mullin, and Eckholdt, 1969 ; Nelson and Johnston, 1970; Susac, Hoyt, Daroff, and Lawrence, 1970) .
Opsoclonus is a term first used by Orzechowski and Walichiewicz (1913) and Orzechowski (1927) to describe constant, conjugate, chaotic agitation of the eyes seen in patients with a non-epidemic form of encephalitis. The movements were characterized by periods of violent ocular mobility alternating with periods of relative stillness; they were present during eye closure and sleep; they were not rhythmical and occurred in the horizontal and vertical planes. Associated abnormalities were myoclonic movements of the face and limbs, and cerebellar incoordination. Since the original description, additional reports have further delineated what appears to be a distinct entity (Marmion and Sandilands, 1947; Cogan, 1954 Cogan, , 1968a Smith and Walsh, 1960 (Halliday, 1967) limits its usefulness with regard to the underlying pathology. More recently its association with malignancy has been reported (Ross and Zeman, 1967; Solomon and Chutorian, 1968 (Borit, 1971) .
The diffuse and varied nature of the underlying pathological processes in the post mortem studies of cases of opsoclonus and ocular bobbing have effectively rendered any precise assessment of the pathophysiology uncertain. The patient described here presented with typical ocular bobbing and subsequently developed opsoclonus. The available clinical evidence at the time of admission (pre-existing hypertension and haemorrhagic cerebrospinal fluid), suggested that there had been an intrapontine or cerebellar haemorrhage. The development in sequence of these abnormal eye movements suggests that these two, at least, have a common pathological background capable of producing one or other of these movements.
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